The connexion between acute porphyria and barbiturate poisoning was pointed out by Waldenstrom (1939) , who stated that practically all fatal cases of acute porphyria had been treated with large doses of barbiturates; on the other hand, the less severe cases as a rule received no such treatment, and further (Waldenstrom, 1940) (e.g., Hug, 1945; J0rgensen and With, 1945, 1947; Dalseth, 1955) , and moreover animal experiments have shown that barbiturates and allied substances may cause conditions much like acute porphyria in rodents and chick embryos (Schmid and Schwartz, 1952; Goldberg, 1954; Talman, Case, Neve, Labbe, and Aldrich, 1955) . The reports of Nielsen (1953) (cf. With, 1953 (cf. With, , 1955 years. The urine of the acute cases was subjected to analysis every day or with a few days' interval, but in the chronic cases the urine was only studied at weekly intervals. The 24-hour urine was analysed whenever possible; in the chronic cases the first urine voided after the patient was admitted to the hospital was also studied.
The data are given in Tables I and IT 
Methods
The method of porphyrin analysis was the same as described in an earlier paper (With and Petersen, 1954) Examination for porphobilinogen was carried out by performing the Ehrlich reaction on the urine and, if positive, repeated on urine extracted twice with 10°,' acetic acid in ether to exclude urobilinogen.
The barbiturate analyses were performed in the central laboratory of Bispebjaerg Hospital by the method of Lous (1954) .
Results
The results are presented in Tables I and IL. The normal values for urinary coproporphyrin in man, determined with a method found to give similar figures as that described above, were studied on about 800 subjects by Zieve, Hill, Schwartz, and Watson (1953) There was no correlation between the coproporphyrin excretion and the dose of barbiturate, and in the cases where a series of determinations of the porphyrin excretion was carried out it showed no regular variation with the time after the poisoning.
In three of the patients with acute barbiturate poisoning non-coproporphyrin porphyrins were demonstrated while such porphyrins did not occur in any of the chronic cases. The cases with excretion of non-coproporphyrin porphyrins were the following: Case 7 where the 24-hour excretion was 191 ,ug. coproporphyrin and 216 ,ug. noncoproporphyrin porphyrin; Case 8 where the coproporphyrin for six days in succession showed the 24-hour values 123, 297, 493, 383, 359, and 381 jug. and the corresponding values for non-coproporphyrin porphyrins were 0, 0, 0, 0, 215, and 585 jug.; and Case 22 where the coproporphyrin values were 23, 48, 74, and 49, and the corresponding non-coproporphyrin porphyrins were 0, 0, 42, and 120 ug. in 24 hours. This occasional excretion of minor amounts of non-coproporphyrin porphyrin cannot be taken as a sign of porphyria, as With and Petersen (1954) found similar amounts in the urine of several patients with a wide variety of diseases and without signs of porphyria.
Determination of porphobilinogen was not carried out on all the patients but only of the acute cases Nos. 1-12 and the chronic cases Nos. 28-40. As the reaction was never found positive it was omitted in the remaining cases. This failure to find porphobilinogen goes against the occurrence of serious disturbances of porphyrin metabolism in these patients.
Conclusion
These studies on the porphyrin excretion in the urine in patients with acute and chronic barbiturate poisoning showed no evidence of a disturbed porphyrin metabolism, and the porphyria caused by barbiturates must therefore be attributed to an activation of a latent porphyria. 
